tion of cDNA clones encoding a protein, termed Nogo,
critical to unravel their functions. In addition to testing effects on recovery from injury, it will be fascinating to fusion protein was then used to screen pools of a mouse brain cDNA expression library transfected into COS investigate the normal function of Nogo, which has been speculated to prevent excessive neural plasticity in the cells, resulting in identification of a cDNA that conferred high-affinity binding activity. The encoded protein was adult CNS. The relative contributions to regenerative failure of named Nogo-66 receptor (NgR; Figure 2) .
To assess whether Nogo-66 and NgR interact directly, the glial scar versus myelin inhibitors has been a longstanding subject of debate (see Figure 1) . On the one myc-tagged NgR was tested for binding to GST-tagged Nogo-66 in cell extracts, confirming that the two form hand, it is clear that IN-1 antibody can block myelin inhibitory activities in culture and can promote recovery a protein complex, although the presence of additional components is not ruled out. Moreover, early embryonic in lesioned animals. Moreover, impressive regeneration of up to 50% of corticospinal fibers was recently rechick retinal neurons, which are not normally sensitive
